of the anterior horns, leaving enough sound for the knee-jerk, but that meant a less diffused area than usual in this disease in children. He had never seen a case before in which the muscles were so wasted, with an exaggerated knee-jerk. Dr . LANGMEAD thought that an increased knee-jerk was not at all uncommon. He had under observation a case such as Dr. Neave described. There were a definite history suggestive of poliomyelitis, lower motor paralysis in one leg, and in the other wasting and the features of poliomyelitis plus increased knee-jerk: The case had gone on as a typical poliomyelitis, but the increased knee-jerk remained.
Congenital Heart Disease and Ulcerative Sore Throat.
A MALE infant, aged 11 months, was admitted to hospital on December 6, 1914, certified to be suffering from diphtheria, on the eleventh day of disease. The father had always been healthy, but the mother had been an in-patient at the Brompton Hospital on several occasions for rheumatism with cardiac complications. The child had always been delicate and blue from birth. Clubbing of the fingers had been noticed since he was aged 2 months.
On admission the child appeared very ill. There were membranes on the tonsils, pillar, and uvula, and a profuse nasal discharge. The heart sounds were clear but rapid. There was a trace of albumin in the urine. A large dose of antitoxin was given on admission and on the following day. A few organisms resembling diphtheria bacilli were found in the cultures, but cocci were predominant.
On December 8 a loud systolic murmur was audible all over the precordium. There was marked ulceration of both tonsils. No Vincent's organisms were found in the throat smears. The ulceration gradually spread over the uvula and palate.
On December 13 stridor and a hoarse cough developed, and there was much difficulty in swallowing. The symptoms persisted and the general condition became worse until death took-place from bronchopneumonia on December 20. The heart showed the following anomalies:
(1) Transposition of the great arterial stems, the aorta arising from the infundibulum of the right ventricle, and the pulmonary artery hypertrophied, being almost as thick as those of the left. Both ventricles enter into the formation of the apex.
(2) Marked deficiency of the interauricular septum, which is represented by a narrow band P5 cm. long by 05 cm. broad. The foramen primum lies anterior to it, and posteriorly there is a widely patent foramen ovale ( fig. 1 ).
(3) An interventricular foramen, P2 cm. in diameter, in the "undefended space" (figs. 2 and 3).
(4) Stenosis and hypoplasia of the pulmonary artery, the valve of which has only two cusps (fig. 2 ). The fauces and larynx showed ulceration of the tonsils, fraenum epiglottidis, right arytino-epiglottidean fold, and deep ulceration of the laryngeal portion of the pharynx on each side, especially on the left, exposing the muscular tissue and eroding the thyroid cartilage.
DISCUSSION.
Dr. ROLLESTON added that the only lesion diagnosed during life was pulmonary stenosis. The association of these defects was not common.
Professor Keith, to whom he was much indebted for his elucidation of the spVWimen, said there was no exactly similar case in the Royal College of Surgeons Museum, which-contained the fine collection of Dr. Peacock, the author of the classical work on "Malformations of the Heart." The present case was no exception to the general rule that cases of congenital heart disease were very liable to succumb to acute infection. With regard to the nature of the infection in this case, it was not diphtheria, although there were a few organisms morphologically resembling diphtheria organisms. It seemed to be a case of what Americans called pseudo-diphtheria, or ulcerative sore throat. Of the latter condition he showed a specimen before the Section more than two years ago, but in that case the child died suddenly of profuse hoemorrhage from the throat.'
Dr. F. PARKES WEBER asked whether this child had had sudden attacks of cyanosis of a paroxysmal-character. Such attacks were said to be a feature during the life of certain cases observed and investigated by G. Variot, of Paris.2
Dr. ROLLESTON replied that there were no such attacks as Dr. Weber suggested. Proceedings, 1912-13, vi (Child. Sect.), p. 42. 2 Variot's and other cases were collected by J. Sebilleau, in his Paris thesis, "De la cyanose congenitale paroxystique," published by Vigot Frkes, Paris, 1904. Suprarenal Hemorrhage in an Infant. By E. B. GUNSON, M.D.
A FEMALE infant, aged 6 days, was admitted to the Grove Hospital with the mother, who was suffering from puerperal fever. There was a slight inoffensive discharge from the umbilicus, the cord having separated. The child was fretful, but the temperature was normal. Two days after admission the temperature rose suddenly to 102°F., and cellulitis of the left forearm developed. On the following morning, the ninth day after birth, the temperature was 103°F., cellulitis of both arms was present, and there was a patchy. erythema on the limbs and trunk. There was no purpura. The stools were frequent, loose, and offensive. The pulse was feeble, and the child was collapsed. Death occurred a few hours later, thirty hours after the onset of symptoms.
Post mortem The umbilical vein was patent, and contained a brown fluid. The liver and spleen were dark and congested. The right suprarenal gland was black and greatly enlarged, being about twothirds the size of the kidney. The capsule was intact. On section the glandular substance was found to have been converted into an almlost
